The heart sounds were pure. The uterus was about the size of a seven months' pregnancy.
No foetal heart sounds could be heard.
The breech presented. The patient could not give an account of her condition previous to admission, but In the remaining three, however, the kidneys, prior to the onset of the necrosis, had been the seat of chronic changes of varying degree. The first of these (Case V.), examined by Professor J. H. Teacher, showed that there had been a slight subacute interstitial nephritis pre-existing, the connective tissue in the kidneys being increased in amount and in places rather cellular, and the tubules irregularly dilated. In the second (Case VI.), also investigated by Professor Teacher, the old-standing lesion was trifling, there being only very slight endarteritis of the smaller cortical arteries. In the third case (Case X.) the kidneys had been the seat of slight arteriosclerotic changes. Periarterial fibrosis could be made out and occasionally very slight endarteritis; in places a few of the glomeruli were transformed into dense fibrous tufts, and at the surface little flat wedge-shaped fibrous areas could be made out in which the tubules were atrophied.
From the foregoing series of cases it would appear, therefore, that suppression of urine in pregnancy or the puerperium may be dependent upon chronic interstitial nephritis, or be the result of symmetrical cortical necrosis of the kidneys. Of course, in chronic interstitial nephritis suppression of urine may be met with apart altogether from pregnancy, but symmetrical cortical necrosis would appear to be peculiarly related to the pregnant state. The necrosis may affect kidneys that show no antecedent chronic disease; but old-standing interstitial nephritis or arterio-sclerosis may be present, and, while one is not justified in assuming that the symmetrical cortical necrosis is particularly liable to affect kidneys which are already the seat of chronic changes, it must be recognised that arterio-sclerosis may have some predisposing influence on the occurrence of thrombosis.
Of the six cases of cortical necrosis of the kidneys focal necrosis was found in other organs in five.
In three focal necrosis was obvious in the liver, the fourth showed it in the suprarenals and intestines, and in the fifth lesions were found in the pons. No microscopical report on any of the organs other than the kidneys is available in the sixth case (Case V. of series).
The occurrence of focal necrosis in various organs of the body is one of the features of the pathology of eclampsia, the liver being the organ in which the changes have been most frequently noticed. It would appear, therefore, to be justifiable from the pathological point of view to regard these cases of cortical necrosis as falling into this category. Clinically they were all regarded as being of this nature. The distribution of the cortical necrosis is noteworthy, involving as it does the outer two-thirds of the cortex. This would appear to have some relation to the vascular supply, for the large vascular arches in the inner part of the cortex are unaffected, whereas the smaller cortical branches are thrombosed.
In the majority of the cases the necrosis is more or less complete, but in Case IX., where the suppression of urine had lasted only one and a half to two days, the renal lesions were early and give some indication as to how the condition begins.
In this case the necrosis in the outer two-thirds of the cortex was of a patchy nature, and the patches were of varying size. Thrombosis of the cortical blood-vessels was not a striking feature. Capillaries in several of the necrotic areas were found thrombosed, but only rarely were any of the arterioles affected. This is rather a striking feature, and contrasts with the other cases of longer duration in which thrombosis was conspicuous, and extended into almost all the cortical vessels above the vascular arches. There is, therefore, some grounds for the view that the thrombosis begins peripherally and spreads inwards towards the proximal end of the interlobular arteries. Professor E. E. Glynn,1 in 1915, describing the pathological findings in a case of cortical necrosis, drew special attention to the presence of blood platelets in the thrombi, particularly in the distal portions, and he considers that the immediate cause of the thrombosis is the deposition of platelets and fibrin in the distal end of the interlobular arteries, their afferent branches, and the glomerular capillaries. He points out that injury to the vascular endothelium is one of the commonest causes of thrombosis, such injury leading to the deposition of platelets and fibrin appearing later. Granted that damage to the vascular endothelium is the immediate cause of the thrombosis, the agency responsible for the damage remains to be determined. To his mind it was quite obvious that the explanation adopted was the real one?that of thrombosis beginning in the interlobular arteries.
He thought an explanation of why it should attack the cortex and not the medulla was probably to be found in the fact that the cortex is the secreting part and has to deal with any toxines which may be in the blood.
As regards the causation he brought forward two factors :? (i) The diseased vessel, which was decidedly emphasised by the fact that half of the cases showed arterio-sclerosis implicating the kidney vessels; (2) 
